On day 48 a 5 mm-by-8 mm erythematous, fluctuant, tender swelling above the left antecubital fossa at the site of a previous IV cannula was noted. The abscess was drained, and the infant was commenced on flucloxacillin and gentamicin. Despite this, he appeared well, with a normal white blood cell count and a CRP of 16 mg/l. Pus from the abscess grew A. baumannii that was resistant to amoxycillin, cefuroxime and gentamicin but was sensitive to co-amoxiclav. The antimicrobial sensitivities were only made available 3 days into his course of treatment. Therefore, the infant completed a 5-day course of flucloxacillin and gentamicin as he remained clinically well, his inflammatory markers were not raised and the abscess had been drained. On day 54 he appeared unwell, had a raised CRP of 31 mg/l and developed thrombocytopenia with a platelet count of 34 Â 10 9 /l. A blood culture was taken and he was commenced on augmentin and gentamicin due to the antibiotic resistance pattern of the Acinetobacter grown from the abscess. After 4 days, we were informed that his blood cultures were growing enterococcus and A. baumannii. The A. baumannii was sensitive to meropenem, amikacin and cotrimoxazole but was resistant to augmentin, gentamicin and cefuroxime. Antibiotics were not changed since he had clinically improved by the time these results were made available to us and had a normal platelet count and CRP.
DISCUSSION
We believe that this is the first case report describing an Acinetobacter skin abscess in a neonate. Organisms of this species are encapsulated, nonmotile, aerobic Gram negative coccobacilli of low virulence. 1 The capsule that surrounds most strains may inhibit phagocytosis and the role of Acinetobacter in human infection without disruption of normal host defense mechanisms is limited. 1 Opportunistic infection usually occurs in patients who have previously been on antibiotic therapy and undergone instrumentation or surgery. 2 The organism is increasingly responsible for outbreaks of infections among hospitalised patients, particularly in intensive care units. 3 Many reports have described increasing Acinetobacter antibiotic resistance profiles, 1, 3, 4 which is why we had isolated our affected infants in one nursery room and instituted other standard infection control measures such as hand washing and the wearing of gloves and gowns.
Most aminoglycoside resistance in Acinetobacter involves production of aminoglycoside-modifying enzymes. The genes encoding these enzymes can be present on plasmids and integrons and these structures are probably important in the dissemination of certain types of aminoglycoside resistance in Acinetobacter species. 5 Infection control measures, such as those that we have described, play a pivotal role in the avoidance of transmission between patients. It was assumed that the Acinetobacter isolated from the three infants was identical from the resistance patterns of isolates taken from each individual. It is not the policy of our microbiology department to perfom pulse-field gel electrophoresis (PFGE) although this would have enabled us to have conclusive proof that this was the same organism as that from the other two infants in the room.
Acinetobacter is known to be a frequent coloniser of skin, and the endotracheal secretions of this infant were already positive for the organism. The species of organism isolated in the endotracheal aspirate and the abscess was identical; although the organism had acquired gentamicin resistance by the time it was grown from the abscess, and augmentin resistance by the time it was grown from the last blood culture. Acinetobacter was probably systemically introduced by penetration of the skin by the IV cannula. We can postulate that infection occurred as the infant was relatively immuno-suppressed due to prematurity and receiving systemic steroids. Acinetobacter may cause suppurative infections in many organs. Bacteremia, nocosomial pneumonia, tracheobronchitis, urethritis, cystitis, pyelonephritis, meningitis, conjunctivitis, thyroid abscesses and corneal perforation may occur. 6, 7 Acinetobacter has been described as causing septicaemia, meningitis and pneumonia in neonates, 8, 9 particularly in infants with central venous access. 10 Acinetobacter skin infections, especially after surgery have been reported previously. Christo et al. 11 found Acinetobacter in skin pustules in neonates and Horrevorts et al. 12 in wound infections, but neither described abscesses.
